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T148. THALAMIC-CORTICAL CONNECTIVITY IN PATIENTS WITH AUDITORY HALLUCINATIONS

Methods:
In total 70 patients with first psychotic episode, 41 with auditory hallucinations and 29 patients who had never experienced hallucinations were included into the study based on the following criteria: non-hallucinated patients were defined using PANSS scores (Hallucinations P3 scored as 1)/hallucinated patients (PANSS P3 score 3). All patients underwent resting MRI scans. We analysed the resting state functional connectivity between temporal cortices including TPJ structures (supramarginal gyrus and angular gyrus, parahypocampal gyrus) and predefined thalamic nuclei that are parts of the auditory pathways, specifically: the medial geniculate nuclei(MGB), the mediodorsal nuclei (MDN), having a big spectrum of connections with the limbic system and the reticular thalamic nuclei (RTN) which is a main source of inhibitory signals (using detailed atlas of thalamus, Morel, 2003) .
Results: The analysis revealed the increased connectivity between mediodorsal nucleus L and Hesch gyrus (L, R), pahahippocampal gyrus (L,R) as well as between mediodorsal nucleus (R) and parahipocampal gyrus (L). The decreased connectivity was detected between medial geniculate body (L), Medial geniculate body (R) and inferior parietal lobule (L) as well as between medial geniculate body (L) x parahyppocampal gyrus (L) (FDR corr p=0.05).
Discussion: We confirmed our hypothesis on the altered connectivity between thalamic nuclei and auditory cortex (Heshl gyrus, parahippocampal gyrus) and inferior parietal cortex in patients with AVHs. The findings go in line with other studies on functional dysconnectivity with right hippocampal formation and mediodorsal thalamus compared to patients without lifetime AHs (Diederen et al, 2010; Shinn et al, 2013) . The patterns of decreased connections presumably indicate a sensory defect: decreased connectivity between medial geniculate nuclei (main auditory pathway) and parahippocampal gyrus (memory retrieval) and inferior parietal cortex (interpretation of sensory information, Radua et al, 2010) . The patterns of increased connections presumably imply alterations of emotional processing (projections from mediodorsal nuclei to auditory cortex) and deserve further investigation. Background: Dissociative experiences, including depersonalization and derealisation, represent perturbations of consciousness and selfhood, and are commonly reported by patients during early stages of a psychotic illness. The continuity and integrity of a conscious sense of self is proposed to be grounded upon the control of internal physiological state and its predictive representation through interoception, i.e. the sensing of internal bodily changes. We tested the hypothesized relationship between dissociation and interoceptive deficits in patients with first episode psychosis (FEP), combining behavioural testing with functional neuroimaging. Methods: Individuals with first episode psychosis (N=41) and matched community control participants (N=21) performed an interoceptive task (heart-tone synchrony judgments) during functional magnetic resonance imaging (fMRI). Trial-by-trial confidence ratings indexed subjective performance, and measures of metacognitive interoceptive awareness (insight) were derived from confidence-accuracy correspondence. We tested for regional brain activity relating to dissociative symptom scores and objective, subjective and metacognitive aspects of interoception.
T149. METACOGNITIVE DEFICITS IN INTEROCEPTION ARE ASSOCIATED WITH DISSOCIATIVE EXPERIENCES IN PATIENTS WITH FIRST EPISODE PSYCHOSIS
Results:
In patients with FEP, metacognitive impairments in interoception predicted magnitude of dissociative symptoms, accompanied by hypoactivation of right insula cortex. Other dimensions of interoception, and accuracy, confidence and metacognitive insight on an exteroceptive task were unrelated to dissociative symptoms and there were no group differences between FEP patient and control groups. Discussion: Our findings suggest that symptoms of disturbed conscious integrity and selfhood in early psychosis arise through selective disruption of higher-order metacognitive representations of interoceptive signals. Brain systems supporting the conscious integration of bodily feelings may represent a target for interventions to enhance functioning and, speculatively, mitigate illness progression in psychosis.
